Previews 825 dimer interface as eIF2α, related by crystal packing, it is still not in an active conformation. It is not autophosphorylated and in the absence of phosphorylation of the activation loop, the conserved Glu643 residue of the αC-helix actually interacts with the HRD Arg834. GCN2 thus remains in an inactive conformation. Clearly dimerization is not sufficient to promote autophosphorylation or to snap the αC-helix into its active conformational state. GCN2, but not PERK and HRI, lacks both basic residues in the αC-helix, and this may explain why activation is not achieved so readily by simple dimerization. Although the precise mechanism remains to be elucidated, dimerization and phosphorylation of the activation loop appear to be closely linked for PKR, with dimerization being an essential first step.
CDKs Give Cdc6 a License to Drive into S Phase
The accumulation of Cdc6 promotes the initiation of DNA replication. In this issue of Cell, Mailand and Diffley (2005) show that phosphorylation of Cdc6 by cyclin-dependent kinases prevents its destruction by the anaphase promoting complex (APC). This simple mechanism explains how the APC simultaneously spares Cdc6 while targeting for destruction suppressors of DNA replication during the transition from quiescence to cell cycle reentry. 
Eukaryotic cells have evolved extensive mechanisms to

